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background:  Low Heat Shock Protein 27 (HSP 27) titers had been prognostically associated with the coronary artery disease, although in ACS 
its titer in systemic circulation is increased. However, what happens to HSP 27 level locally at site of plaque rupture during ST Elevation Myocardial 
Infarction (STEMI) is unknown.
methods: Paired coronary aspirate (CA) and femoral arterial blood (FA) (n=28 ) were obtained during aspiration thrombectomy from the culprit 
site during primary angioplasty for STEMI. The sera from the CA and the FA were subjected to ELISA for HSP27, and multicolor flow cytometry on 
performed on whole blood preparations after staining with monoclonal antibodies CD41a-PE, nuclear stain Hoechst 33342; CD4-PE and CD28-Cy5.
results: The mean HSP27 titter in CA and FA were 10726.19(SD 4700.63) and 13423.41 (SD 2638.96) respectively, p=0.005. Of the 
mononuclear cells positive for nuclear stain Hoechst, 19.05 % in the CA and 5.95 % in the FA co-localized with CD41a, p=0.001. Similarly, of the 
CD4+ T cells, 48.9% in CA and 33.4% in FA were negative for surface expression of CD28 molecule (p<0.00001)
Conclusions: Compared to systemic blood, the thrombo-aspirate obtained directly from the site of plaque rupture in STEMI showed reduced titer 
of HSP27 and is accompanied by increased leukocyte-platelets conjugates and the CD4+ CD 28null cells which has been shown to have significant 
pro-inflammatory effect. This suggests that an imbalance of immunomodulation may play a role for plaque rupture during STEMI.
